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Yo EojHo] Eo e FA AAA @¥F 5E FA I (monocyte chemotactic
protein; ©13} MCP)-1& @83 & g% 29E Y3l &33cd £8F J8¢L gt 1%
o ¥rFe A xUdA AR EA diacylglycerol 4L Z7HA1712 24 protein kinase C
(¢]3} PKC)E 843} 3t PKCy MCP-19 §4€ =4d3te AXY o8 =23 AAE Fo
shtoltt B Qe EEFo] AMgY B9 F3 HXE (human peritoneal mesothelial
cells; ©]3} HPMC)e] MCP-19 #Adl vlXe 43S Yolrn yolr} oo #o e PKCe
9L AdstuA Yo 10% $Eol AFE TR vidd 1998 ©]-83t AlgoA B3
“Homentum) 2. 2 5E] HPMC wiZAE A3, 83 w4 sjFdaA wigsdt FA719
HPMCE 56 mM (U= ¥&%) EE 50 mM (ZEXEY) EXIFo|} phorbol 12-myristate
13-acetate (PMA, PKC #A1gA)ol 3-48 A7t B¢ =& A7tk MCP-19] mRNA #d3 o
W A& Z+z} Northern blot 43 ELISAZ 2Aagch ©£§ G370 il &g F4 A
L £33l nX=Fo sy HEFHOE Aol v MCP-19 Ailel F73teAx
#BAI}QT HPMCE X5 ZoAM vidsld dx ¥x=g3 njwg of MCP-1 mRNAE 15
v, MCP-1 ©¥-& 14 v} (ELISA)S 1.9 u) (@d3o tig 318 F4 A% F7H8idh
PMA 9A] HPMCS MCP-1 mRNA & (32 w3t 9 §4 (1.9 vDE F7HAH Y. PMAC
24 A7t =ZA 7224 HPMCe PKCE 1ZA7]¥ PMAY nEZZ] 9§ MCP-1 @4
Z717F BRE R gttt £33 PKC JAAS calphostin CE LEEZF] 9/g MCP-1 §4
2718 AUA JAFAE oS ZHAE vlRo] n¥=FL HPMCS MCP-1 #4& 371
A7n nZxEFo] o3 MCP-1 §4 ZF7tole PKC7F 8% 988 e oz 44
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2ut 3 vjg A X transforming growth factor-p (TGF-8) W& & A+
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CAPD 8ASojx 27ule] mesothelial cell (o]3F MC)e AFHoz ugdelzd =H-1ExT,
2HAY L AL 5-9 Bu FAdd Fso] MCol HHA, JFF Wyt zAPL ov A UG
dEx Aldo|tt. TGF-BE= ME ZA¥ AXs] 712 F4d xR FAAAL 4¥L }:= 24z ¥
WHAX, AWAE, AFA AYAE AE 59 FALS dAsD x{9 AR} fde] BAFG. wHA,
Eggr ¥y Sxde pIEEY 5 EF B2 MCO TGF-B AL FAAIER olE T
HeHodE Aol 9l Aoz &} od disNE T3 A7 Axst g Al

2 a7dqAx gxFyozuy wgstel confluencydl ©l8 MCE 48A3% Fot A AN
mediadl A WD F 484 B T =AY wFdd TR =& AF MC TGF-B mRANAS 23 &
Northem blot 22 22 &3 IL-18 (1 ng/m) 2 TNFa (1 ng/m)Z A3 A$e WAste] @& =4
st TGF-p 9] #4e AX W 43N Westem blot oz FA3tAth

1.30, 60 2 90 mM/Le]l DY X% SdcA uIFd A EXF FEIF FF @ MCe TGF-B
mANAS] W& vl #A4o o9 AA FrHHA.

2 Bu =ade 1% 10%3 3089 MCe TGF-B mRNA Ld & F/AR2Y o] ¥ X el control

W zlo] uad oo Ax T AR

3 BAe] BRdA Mgy FH4e =& 48 A F TGF-H mANAS $d L F7HAATH

4. Control mediast &7 IL-1B2 A= AS$ TGF-B mRNAZ @ude] 2L AAFA F7HH U

5. Control mediast TNF-«Z A8 2% TGF-B mRNAS dd2 Zzyls et MC wlg 4399

avd ¥ 371 ddd.

g9 A% REEF FEE EFE FAAY =4S MCH TGF VUL AT Feds ol
Buel cytokine BE7F 3748 A% % BAL £ A§e % & Ak oA MCel TGF-B L
Z7E 3704 2R B FAA 53, Sudel UAAE A3 Nk A% R A dvel AE Ao
| azeg.
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